12
through the central canal. The spinal lesion in this patient involved a sufficient transverse extent of cord to affect also the corticospinal fibres and the anterior and anterolateral descending tracts; the posterior columns were spared. He recovered good voluntary movements relatively quickly, suggesting that the corticospinal tracts were not severely affected. At one stage he showed marked excitability of the lower cord, with severe flexor spasms, perhaps due to lack of inhibition by the affected anterior tracts. Incidence: Reports on this type of complication of herpes zoster are rare. One of the first accounts -'Unusual Sequela of Herpes Zoster (? Posterior Poliomyelitis)' -was by Alexander Bruce (1907) . He described an incomplete transverse syndrome of syringomyelic type which developed three weeks after zoster at the level of the right 7th and 8th thoracic roots. Bruce referred to the work of D6jerine & Andre-Thomas (1907) and Andre-Thomas & Laminiere (1907) , drawing attention to lesions of the spinal cord subsequent to herpes zoster. Kinnear Wilson (1940) wrote of 2 of his own patients: The first had analgesia dolorosa of right trunk and right leg (together with thermal loss and a sense of burning over the same region) following zoster of the 3rd and 4th thoracic roots on the left. The second, after shingles of the 12th leftdorsal root, had an incompleteBrown-S6quard syndrome, with a weak left leg and extensor response, and reduction of sensibility over right leg. Among 67 cases of acute transverse myelopathy seen over twenty-five years at the Columbia Presbyterian Medical Centre (Altrocchi 1963), 2 were associated with herpes zoster.
Prognosis
In the patient reported by Bruce (1907), the onset was unusual. Three weeks after the skin lesions had healed, she developed involvement of the corticospinal tracts on the right side, with ipsilateral dissociated anesthesia below the level ofthe rash; three weeks later the left lower extremity was involved in exactly the same way. The sphincters were not affected. Motility was recovered in a few weeks, but it was six months before the sensory phenomena recovered. Birkmayer's (1951) patient recovered motility and sphincter control in about two weeks, and recovered completely in three months. In the present case the ability to micturate returned after three months. In October 1963 this patient noticed that she could see only the beginning of words when reading with the right eye. A month later a paracentral scotoma was discovered in the right temporal field together with pallor of the right optic disc. After a further month there was a complete temporal hemianopia and a paracentral scotoma in the temporal part of the left visual field. No evidence of hypopituitarism.
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Plain X-ray films revealed calcification just above the pituitary fossa and carotid arteriography demonstrated a large aneurysm partly in the cavernous sinus and partly in the subarachnoid space on the left side.
After careful consideration of the possible dangers, the patient elected to have the left common carotid artery ligated. This was carried out on January 3, 1964, and resulted in considerable improvement of vision. He was admitted to the Central Middlesex Hospital on 14.10.63 with a history of fever and malaise for one week, and of ankle swelling, puffy eyes and swollen bleeding gums for four days. There had been no sore throat, cold or cough, pains in joints or abdomen, skin rashes, dysuria or oliguria. On examination: Temperature 101.40 F. Pulse 114, regular. Blood pressure 155/75. Pale, not dyspnoeic, with orbital puffiness and ankle cedema, and with small hard ulcerated swellings of the gums behind the upper incisors. Ocular fundi: many recent hlemorrhages and exudates. Urine: frank haematuria.
Investigations: Hb 5-5 g/100 ml (37 Y.). PCV 17%.
WBC 1,600 (neutros. 60%, lymphos. 34%, monos. 4%, eosinos. 2 Y.). ESR 60 mm in 1 hour (Westergren). Urine deposit, red cells ++ +, few pus cells, no schistosome ova, sterile, no casts seen. Urine protein 3-9 g in first 24 hours, rising to 6-9 g later. Urine volume 2,000-3,000 ml/24 hours in first week. Serum urea 77 mg/100 ml. Serum protein: total 4*3 g/100 ml, electrophoresisal-bumin 1 6 g/100 ml. Serum cholesterol 160 and 147 mg/100 ml. Blood culture negative (3 times). Liver function tests normal including serum bilirubin, alkaline phosphatase, thymol turbidity, SGOT and SGPT. Throat swabs grew commensals only (twice). ASO titre 12 units (twice). Slide test for antinuclear factor negative. ECG normal. Treatment andprogress: He was given a low protein, low salt diet, penicillin injections and 3 bottles of blood which brought his haemoglobin up to 10-8 g/100 ml (73%O).
Four days after admission, on 18.10.63, bright red hamoptysis began and continued, becoming more profuse and persistent, over the next four days. The serum urea rose to 89 mg/100 ml and the electrolytes were: sodium 129, potassium 4 0, chloride 106, bicarbonate 15-9 mEq/1. Hess test negative, fibrinogen 410 mg/100 ml, platelets 62,000/c.mm, prothrombin content (one-stage, Quick) 30 % of normal. Clotting time 24 min (normal 8 min). The patient's blood delayed the clotting of normal blood to 151 min. Chest X-ray (21.10.63) showed a diffuse circular 4 cm opacity in the right mid-zone with thickening of the horizontal fissure. These appearances were no longer present two days later.
By 22.10.63, four days after the onset of heemoptysis, the hemoglobin had fallen to 8-3 g/100 ml (56%) and the ESR was 105 mm in 1 hour. The patient's temperature remained above 1010F and the urinary protein greater than 3 7 g per day. He was given 100 mg of hydrocortisone parenterally, prednisone 20 mg q.d.s. orally, and was transfused with another 3 bottles of blood after which the hemoglobin was 12-9 g/100 ml (87 %O). He was also given vitamin K1 10 mg daily for seven days.
The hemoptysis ceased by the following day (23.10.63) and his temperature fell to normal; he remained afebrile thereafter. However, the serum urea continued to rise for four days, reaching a peak of 118 mg/100 ml on 26.10.63.
From that time there was steady improvement both clinically and biochemically and by 8.11.63 the ocular fundi showed only a few small exudates and no hemorrhages, the heematuria was only microscopic, and the serum urea was 96 mg/ 100 ml. He was allowed up, dietary restrictions were removed, and the prednisone was reduced to 10 mg t.d.s. He was discharged on 2.12.63 with Hb 12-1 g/100 ml (82%), serum urea 40 mg/100 ml, and normal bleeding and clotting times.
On 21.2.64 a further test for antinuclear factors was positive (Dr D Doniach). The patient continues to take prednisone 20 mg daily. He feels well and is at work. Hb 13-5 g/100 ml (91 %), WBC 6,800, ESR 20 mm in 1 hour, platelets 145,000/c.mm, serum urea 39 mg/100 ml and blood pressure 190/100. The urine still contains some protein and red cells. Comment Goodpasture (1919) described the case of a young man who had pneumonia, pulmonary haemorrhage and nephritis. Stanton & Tange (1958) defined his syndrome as 'pulmonary hiemorrhage associated with glomerulonephritis' and named it after him; they described 9 cases, of whom 3 had histological polyarteritis. In a similar series Parkin et al. (1955) found arteritis in 4 of 7 cases. The syndrome thus appeared heterogeneous in this respect. Rusby & Wilson (1960) reported 5 unusual cases of nephritis with frank hemoptysis as a presenting feature. They described this as the syndrome of 'lung purpura with nephritis'. It occurs in young males, has an initial phase lasting several months with weakness and lassitude, heemoptysis (often progressive), and an anaemia out of proportion to the blood loss. In the second phase a fulminating glomerulo-nephritis develops, leading to renal failure within a few months. Renal biopsy does not show arteritis. There is usually no response to corticosteroids (MacGregor et al. 1960 , Rusby & Wilson 1960 , Brit. med. J. 1961 , Randall et al. 1963 ) though some have reported success (Fairley & Kincaid-Smith 1961 , Walker & Joekes 1963 .
In the case of Goodpasture's syndrome reported here there was a dramatic response to steroid therapy. After prednisone and parenteral hydrocortisone the temperature fell to normal and the hiemoptysis ceased overnight. The heemoglobin, which was falling rapidly after the first transfusion, was maintained when steroids were given with the second transfusion. The malaise, proteinuria and prolonged prothrombin time improved more slowly. Though the serum urea continued to rise for four days, it subsequently fell steadily. The heematuria was no longer visible to the naked eye after two and a half weeks, and by this time the retinopathy had so improved that only a few small exudates were visible. He now appears to be in remission on prednisone 20 mg a day, though microscopic hamaturia, proteinuria and slightly raised serum urea persist.
Some cases of Goodpasture's syndrome have, like this patient, a collagen disease. Their response to steroids may depend less on the causes of the underlying collagen disease than on the promptness and adequacy of steroid therapy. Though the clinical course of Rusby & Wilson's 'lung purpura with nephritis' is much more clearly defined and predictable, its distinction from the collagen diseases is difficult. The relationship of Goodpasture's syndrome in general to polyarteritis nodosa and Wegener's granuloma, to idiopathic pulmonary haemosiderosis, and to glomerulonephritis and Henoch-Schonlein purpura has been extensively discussed but the indistinctoutlines both of the collagen disease subdivisions and of Goodpasture's syndrome itself make this extremely difficult.
Recurrent Meningitis T W I Lovel BM (for Arnold Bloom MD FRCP)
A K, male, aged 22. Window cleaner History: Aged4,meningitis (organism not known; no other details available). Aged 9, fell off an air-raid shelter; hit head and was probably knocked out for a short time; not admitted to hospital. Aged 18, meningitis; CSF culturepneumococci; sugar 44 mg/100 ml; cells 3,680/ c.mm; responded to penicillin. Aged 19, meningitis; CSF cultureno growth; sugar 20 mg/100 ml; cells 17,280/c.mm; responded to penicillin, streptomycin and chloramphenicol. Aged 20, meningitis; CSF culturepneumococci; cells 7,680/c.mm; responded to penicillin, sulphadimidine and chloramphenicol. Aged 22 (1963), meningitis; CSF culturepneumococci; responded to penicillin alone. Investigations: Serum globulin normal. X-ray skull and sinuses: absent frontal sinuses and no aeration of sphenoid. Fluid from right nostril: sugar content 100 mg/100 ml. Operation (Mr I McCaul): Right frontal craniotomy. Small adhesions of brain to dura mater were found near right olfactory bulb, with a pinpoint hole in the dura at this point. The olfactory bulb was detached and a piece of temporalis muscle laid over the cribriform plate and the hole. The post-operative course was uneventful and there has been no recurrence of the meningitis.
Discussion
Before the antibiotic era cases like this were extremely rare, although Bronstein (1929) reported one such patient. More recently, numerous case reports have appeared, and the record seems to be held by a patient who suffered 18 attacks of meningitis in five years (Cawthorne 1954) .
The cause is either a congenital lesion (usually a defect in a suture line) or defective healing of a fracture. The time elapsing between trauma and meningitis may be short or long. Hoyne & Schultz (1947) described a case where eleven years passed between the trauma and the first of 5 attacks of meningitis. In the case reported by Stenger (1958) there was an interval of thirty-one years between the injury and the first attack; at operation a bony defect was found in continuity with the suture line. In the present case it is not clear whether the lesion was congenital or acquired. A congenital lesion is suggested by the fact that the first attack of meningitis preceded the head injury, unless it is assumed that this was a spontaneous infection.
The presence of CSF rhinorrhoea is very important. It may be difficult to obtain a history of fluid flowing from the nose, since it is often so infrequent, so small in volume and so dependent upon positioning of the head that the patient dismisses it as of no significance. Our own patient only remembered after a long time that hanging his head upside down out of a window produced a small flow, and a sample was obtained only when he adopted a similar posture. Although CSF rhinorrhoea is highly suggestive of an anterior fossa lesion, the flow may be from the middle ear via the eustachian tube, or from the contralateral anterior fossa (Cairns 1937) .
All patients with recurrent meningitis and CSF rhinorrhoea should undoubtedly be offered neurosurgical exploration, and Boe & Huseklepp (1960) have advocated operation in every case, even if no CSF rhinorrhoea can be shown and no bony deficit demonstrated on X-ray.
Fanconi's Syndrome M I Lavelle MB (for T Parkinson MD FRCP)
Mr J H, aged 41. Unemployed The patient was first admitted on 20.12.63 at the request of the public health authorities. He was said to be a known case of disseminated sclerosis who, by virtue of his disease, was incapable of looking after himself.
History: Nine years previously he complained of weak legs and unsteady hands. Seven years ago his hands developed a tremor. These were thought to be hysterical phenomena at the time. Two years ago, when seen again for these complaints, he was found to have dysarthria, ataxic hands and brisk reflexes and the diagnosis was thought to lie between hereditary ataxia and disseminated sclerosis. He remained in this condition, living under appalling social conditions, until his admission. Past history: Possible rickets as a child. Family history: An only child whose father and mother died of cancer. He can remember no family history of renal trouble.
